This study presents the case of rapidly progressing pulmonary aspergillosis in a 47-year-old 
Introduction

The clinical use of corticosteroids has expanded over the past few decades due to an increase in the number of cases requiring immunomodulation to treat various kinds of chronic disease (1). Control of the inflammation and the other aspects of the immune response result in severe immunosuppression, which may lead to infectious complications due to depressed resistance to a wide variety of infective agents (2). In this report, we describe a case of pulmonary aspergillosis associated with anti-neutrophil cytoplasmic antibodies (ANCA)-related vasculitis in a 47-year-old woman with the rapid formation of an Aspergillus mycetoma during a period of less than a few weeks. The patient had a past history of tuberculosis with healed cavities.
Case Report
A 47-year-old woman was admitted to our hospital in January 2005 with progressive fatigue, cough, fever, dyspnea, and hemoptysis. One month previously, she had visited another hospital with complaints of fatigue, persistent cough with blood-tinged sputum, and febrile episodes. She also had been treated for pulmonary tuberculosis seven years before admission. Although she had persistent cavities in the right upper lobe (Fig. 1 
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Discussion
The clinical presentation and pathological spectrum of pulmonary aspergillosis depend on the underlying structural abnormalities of the lung and the immune status of the host (5). The most common and most recognized form of pulmonary involvement with Aspergillus is an aspergilloma. It is often a complication of cavitary lung disease caused by tuberculosis, sarcoidosis, or necrotizing pneumonia, as these cavities provide an environment conducive to saprophytic colonization (i.e., mycetoma formation) (5, 6). Of these diseases, pulmonary aspergillomas most commonly develop in preexisting tuberculous cavities. A British survey of 544 patients with tuberculosis showed that aspergillomas occurred 17% of the time (7). Although the process of pulmonary aspergilloma development has not yet been fully established, several studies reported that the time period required for formation of the pulmonary aspergilloma ranged from months to more than ten years and the average period was a few years, although the etiology of the underlying cavitary lung disease varied (8, 9). An aspergilloma may exist for long time without causing symptoms, although hemoptysis is a common occurrence (5). Another form of aspergillosis that may be associated with mycetoma formation is chronic necrotizing pulmonary aspergillosis (CNPA) (10). It affects patients with altered local defenses resulting from underlying lung diseases such as previous pulmonary tuberculosis and chronic obstructive lung disease. It may also occur in mildly immunosuppressed patients with diabetes, poor nutrition, or low-dose corticosteroid treatment (11). The form of Aspergillus associated with CNPA triggers the inflammatory process that leads to tissue necrosis and cavity formation. The eventual formation of the mycetoma that is often present in this form of asper-
gillosis is a secondary phenomenon. Cough, fever, sputum production, and weight loss were the most commonly reported symptoms in the cases with CNPA (10, 12) . (Fig. 1) (16, 17) . Our patient was not neutropenic (Fig. 2) (18) (19) (20) . There have also been several reports of pulmonary aspergillosis in patients with acquired immune deficiency syndrome with severe CD4 T-lymphocyte depletion (21, 22) .
The present patient's previous medical history of tuberculosis necessitated that radiological analysis be performed before admission. This imaging revealed the existence of open healed tuberculosis cavities without apparent evidence of mycetomas
